T HE precise clinical localization of structural valvular defects in the heart, and an exact estimation of the dynamic alterations caused by them have assumed considerable practical importance with the advent of surgical procedures for the correction of such defects. Among the more difficult of these to diagnose clinically is tricuspid stenosis. Since So far as could be determined, the first reference* to the creation of a sound by the diseased tricuspid valve was made by RiveroCarvallo1'0 who heard or recorded the "chasquido de apertura de la trictspide" in 10 of 50 cases with tricuspid stenosis. No details were given although he pointed out that it was less intense, shorter, and sharper than the corresponding snap of the mitral valve, and could easily be confused with it if the latter were propagated toward the tricuspid region of auscultation. He published one example in which the opening snap was recorded only during a period of postinspirational apnea.
It is the purpose of this paper to describe two additional patients with this new physical sign, in both of whom the existence of tricuspid disease was clinically obvious, and in one of whom the lesion of tricuspid stenosis was proven at necropsy. figure 4 .* At this time, the opening snap could be heard farther to the left * The stethograph of the Cambridge Instrument Co.'2 was used to make this and the record in figure 7 . Its characteristics were not tested but its galvanometric response to sound waves is reported by the company as being approximately stethographic'3.
The frequency response curve falls below 50 and above 600 cycles per second, and shows a peak at 400 cycles per second. Overall recording with amplifier and microphone in circuit causes some modifications of the curve described. near the xiphoid than was the case in 1954 (figure 1). Except for the rate, the findings in the heart were quite constant. The point of maximum impulse was initially in the fifth intercostal space in the midclavicular line, later in the sixth intercostal space beyond this line. There was no thrill. The first sound at the apex was valvular; at the base, largely obscured by murmurs. At the apex there was a loud, long blowing systolic murmur. There was also a short, loud, rumbling diastolic murmur in the same area. At the base, but loudest in the aortic area, was a long, harsh systolic murmur. It was followed by a short, soft diastolic blow transmitted downward and to the left toward the apex.
At the xiphisternum and in a circular area several centimeters in diameter below it ( figure 1, E On the same lday that this latter stethogram was made, three additional ones were recorded from the xiphoid with another instrlument* (figure 10) both by stethographic and logarithmic recording at the same gain (upper recor(ls) and by stethographic recording at highelr gain (lower record). Logarithmic recording did not alter the high frequency snap (O.S.) very much, while high gain recording greatly exaggerated its single, high frequency component.
The interval between the beginning of the second sound and the beginning of the opening snap was correlated with the length of the preceding cardiac cycle on several records. On one of these there was a direct relationship between the two (figure 11) as in the case of the opening snap of the mitral valve.9. '18 Breath holding, required when recording heart sounds, apparently had no bearing on this relationship (figure 11). In another record, madle at the same sitting but after the patient had been "resting" for a time, the average interval was fairly constant (0.084 to 0.097, mean of 0.092 second), and did not vary in any recognizable manner with the preceding cycle length. Diagnosis. On the basis of the clinical and graphic data, the patient was regarded as having rheumatic heart disease with enlarged heart, mitral stenosis, mitral insufficiency, tricuspid stenosis, tricuspid insufficiency, aortic insufficiency, intracardiac thrombi, atrial fibrillation with ventricular premature systoles, and congestive heart failure. Pulmonary infarction was a complication. Although laboratory evidence was lacking, the fairly rapid course suggested possible activity of the rheumatic process in the myocardium.
Necropsy.* Heart:--The enlarged heart weighed 550 Gm. All chambers except the right ventricle were dilated. 
